Pathogenicity of many microorganisms de-pends on their ability to metabolize and often to multiply in the host (Garber, Ann. N.Y. Acad. Sci. 88:1187Sci. 88: , 1960; Panos and Ajl, Ann. Rev. Microbiol. 17:297, 1963 Ag/ml of methionine, or 100,ug/ml of asparagine as needed) or on 0.8% nutrient broth (Difco) plus 0.1% yeast extract (Difco) and 0.5% sucrose (YEB medium) at 27 ± 1 C on a reciprocal shaker (3.8-cm strokes, 110 strokes per min). Specific infectivities were determined from the number of tumors initiated on primary pinto bean leaves (14 to 16 leaves per sample) relative to the number of viable cells in the inoculum, determined from triplicate nutrient agar plates. Mutant cultures were also plated in triplicate on minimal medium containing 1.5% purified agar (Difco) to determine the extent of prototrophic reversion in each culture. Auxotrophic mutants of B6 are greatly reduced in infectivity (see Table 1 ), ranging from <1 to 30% of the parent specific infectivity. Similar infectivities were obtained when the mutants were grown in minimal medium plus their respective growth requirements. This decreased pathogenicity demonstrates the necessity for normal metabolic functioning and possible cell division for maximal infectivity.
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Reversion of the mutants to prototrophic nutrition is associated with an increase in specific infectivity. The residual infectivity of the auxotrophic mutants cannot be explained by a reversion mechanism, however, since the number of revertants estimated from minimal plates was less than 0.02% of the total viable-cell count on YEB plates in most determinations. This number is too low by at least a factor of 100 to account for the infectivity of the mutants. Three explanations may account for their residual infectivity: (i) there is sufficient carryover from the original medium to allow some bacteria to initiate tumors; (ii) some host sites are capable of providing a suitable growth medium; or (iii) a portion of the infecting bacteria may initiate tumors in the absence of significant metabolic activity.
The differences in specific infectivity of individual mutants requiring the same compound for growth suggest that either qualitative or quanti- 
